Sirs: Sarcoidosis is a systemic, granulomatous disorder of unknown origin, rarely affecting the nervous system [1] . There are patients with chronic disease whose course is progressive while on therapy with corticosteroids and immunosuppressive medicaments [2] . Several lines of evidence indicate that tumor-necrosis factor-α (TNF-α) plays a key role in the inflammatory process of some human autoimmune diseases [3] . Infliximab, a chimeric monoclonal humanmurine IgG antibody directed specifically against TNF-α, has proved effective not only in refractory rheumatoid arthritis and Crohn's disease, but also in systemic sarcoidosis [4, 5] . We report a case of neurosarcoidosis refractory to previous treatments in which infliximab was associated with a markedly improved clinical outcome.
In April 2001 a 45-year-old man developed slowly progressive numbness and paresthesia of the feet, ascending to the knee, erectile dysfunction and adynamia. Unsteadiness in walking and paresthesia of the hands followed rapidly. Examination in October 2001 showed signs of a right vestibulo-cochlear dysfunction together with distally pronounced sensory disturbances of the lower extremities and gait ataxia.
Laboratory investigations disclosed a hypogonadotropic hypogonadism. The cerebrospinal fluid analysis revealed an elevated protein level of 4344 mg/L (normal 180-480 mg/L), a lymphocytosis of 47x10 6 /L (< 4.7x10 6 /L) and an elevated serum angiotensin-converting enzyme of 8 U/L (< 3 U/L). Nerve conduction studies indicated a demyelinating, sensorimotor polyneuropathy of the upper and lower extremities. MRI of the brain revealed a prominent infundibulum with homogeneous gadolinium-enhancement. MRI of the lumbar spinal cord showed no pathology. Computed tomography of the chest disclosed bilateral hilar and mediastinal lymphadenopathy with normal lung parenchyma. Biopsy findings of a hilar lymph node were consistent with sarcoidosis.
The patient was treated with oral prednisone 50 mg daily, leading to an about 50 % regression of the sensory symptoms within 3 months. Because of a Cushing's syndrome, associated with osteopenia, azathioprine (200 mg/day) was initiated in February 2002 in conjunction with prednisone taper to 10 mg/day.
Three months later the patient developed a subacute conus-syndrome with an arachnoiditis at the conus-cauda level (Fig.) . Administration of intravenous methylprednisolone (500 mg/day for 3 days), followed by augmentation of prednisone to 20 mg/day was without effect. Over the next 6 months the sensory disturbances, the vertigo and the unsteadiness in walking progressed.
Because of the continuous deterioration of the neurological condition while on immunosuppressive therapy, infliximab (500 mg, 5 mg/kg of body weight) was administered intravenously in February 2003 in conjunction with azathioprine taper to 50 mg/day. Infliximab was given again at 2, 8, 14, 20 and 26 weeks without adverse effects. A few days after the first dose the numbness of the feet and the fatigue diminished, followed within weeks by regression of the gait ataxia and within months by regression of the autonomic dysfunctions.
Examination in September 2003, after 6 infliximab applications, showed diminution of the right vestibulo-cochlear dysfunction, the spinal cord symptoms and the gait ataxia. The distally pronounced sensory disturbances of the lower extremities were similar to those at the onset of the disease. MRI of the lumbar spinal cord and the brain disclosed complete resolution of the lesions (Fig.) and cerebrospinal fluid analysis showed a normalization of the cell number (3x10 6 /L) and a decrease of the protein level to 904 mg/L. Nerve conduction studies showed no significant improvement compared to baseline.
Our patient presented with a biopsy-proven progressive neurosarcoidosis, involving the hypophysis, the right vestibulocochlear nerve, the spinal cord and the peripheral nervous system, refractory to corticosteroids and azathioprine. He experienced a remarkable clinical improvement with infliximab. There were no adverse effects associated with infliximab. Our findings are consistent with two recent case reports in which infliximab proved effective for patients with refractory neurosarcoidosis [6, 7] .
